 (Huhtaniemi et al. 1981a (Huhtaniemi et al. , 1982 
(down-regulation) (Hsueh et al. 1976; Sharpe 1976) . This treatment also results in impairment of testosterone production when the treated testes are exposed to further gonadotropic stimulation and is probably due to decreased activity of micro¬ somal P-450-dependent enzymes (Tsuruhara et al. 1977; Cigorraga et al. 1978; Dufau et al. 1979; Nozu et al. 198 la,b) . Whereas hCG appears to be the most potent agonist for inducing these changes, GnRH and ovine LH (oLH) have been shown to have the same effect, although with less duration and magnitude (Catt et al. 1980 . Additionally, we demonstrated that the neonatal rat testis, presumably containing the foetal generation of Leydig cells, shows an initial very transient loss in its ability to bind radioiodinated hCG after treatment with high doses of hCG (Huhtaniemi et al. 1981a (Huhtaniemi et al. , 1982 (Huhtaniemi et al. 1981a (Huhtaniemi et al. , 1982 (Warren et al. , 1984 (Pregnyl) . At 3 h, the media was frozen and saved for quantification of testoste¬ rone. Fig. 3 shows the results of this experiment. (Huhtaniemi et al. 1981b ). In this set of experiments, foetal (18.5 days of gestation), neonatal (5 days of age) or adult (60 days of age) rats were injected with 400 µg/kg oLH. The injected and control animals were then sacrificed at daily intervals for 3 to 10 days. Fig. 4 shows the results of this experiment. (Huhtaniemi et al. 1981a (Huhtaniemi et al. , 1982 (Huhtaniemi et al. 1981b ). This time frame is slightly delayed when compared with the neonatal testis which shows an increase at 3 days post injection (Huhta¬ niemi et al. 1981a (Huhta¬ niemi et al. , 1982 
